Abstract A 61 year old man presented with abdominal pain typical of chronic cholecystitis of one month's duration. Pallor was noted on examination and investigation uncovered myelofibrosis and a small gallstone. Cholecystectomy relieved the pain and pathological examination of the gall bladder showed widespread myeloid metaplasia. This is the first reported case ofmyelofibrosis presenting as chronic cholecystitis. (7 Clin Pathol 1996;49:428-429) Keywords: Myelofibrosis, myeloid metaplasia, gall bladder, chronic cholecystitis, pain.
The patient's abdominal pain persisted and, five months later, he underwent laparoscopic cholecystectomy. At surgery, the gall bladder was thickened and adherent, and contained a single mixed gallstone measuring 0 5 cm. The spleen was greatly enlarged. One month after surgery, the patient had no abdominal pain but required regular blood transfusions. After two months, he developed acute myeloid leukaemia, severe ascites and thrombosis of the left internal jugular vein. The ascitic fluid contained neutrophils, immature myeloid and erythroid cells, blast-like cells, megakaryocytes, lymphocytes, and mesothelial cells. The patient deteriorated rapidly and died four months after surgery. There was no necropsy.
Pathology
An opened gall bladder, measuring 7 x 2-5 x 15 cm, was submitted for pathological examination and fixed in 10% buffered formalin. A few adhesions were present and the mucosal surface was unremarkable. The gall bladder wall was diffusely thickened and grey, measuring 0 4 to 0 6 cm in depth. Histological examination of the neck, body and fundus revealed extensive myeloid metaplasia. This completely replaced the normal lamina propria and adventia, and extended between smooth muscle bundles in the muscularis. Epithelium and smooth muscle were spared. The infiltrate was composed mainly ofimmature myeloid and erythroid cells, with dysplastic megakaryocytes, often forming small clusters (fig 1) . The fibrous stroma was rich in reticulin fibres. The appearances were similar to those in the bone marrow trephine biopsy specimen. Immunostaining for CD68 (Dako, High Wycombe, UK; 1:50) and factor VIII (Dako; 1:50) confirmed the presence of immature myeloid cells and megakaryocytes, respectively. Immunostaining for CAM 5.2 (Becton Dickenson, San Jose, California, USA; 1:1), vimentin (Dako; 1:100), desmin (Dako; 1: 100), and S 100 protein (Dako; 1:500) was negative. Leucocyte common antigen (Dako; 1:50) stained a few lymphocytes within the abnormal myeloid tissue.
Discussion
The patient had upper abdominal pain characteristic of chronic cholecystitis which responded to cholecystectomy. This implies the pain was originating from the gall bladder; no other source of pain was identified. Myeloid metaplasia or the small gallstone, or both, may have caused the pain. Myeloid metaplasia may have been the sole cause of pain as many gallstones are asymptomatic' and there were no histological features of chronic cholecystitis. The gall bladder is rarely biopsied in patients with myelofibrosis and asymptomatic myeloid metaplasia could occur commonly. Thickening of the gall bladder wall can be seen in acute and chronic leukaemia.3
The histological diagnosis was relatively straightforward because of the history of myelofibrosis. Without this knowledge, the presence of a pleomorphic infiltrate containing atypical giant cells may have produced an incorrect diagnosis ofmalignancy. One distinctive feature was that only fibrous tissue was infiltrated and the epithelium and smooth muscle were spared. Also, there was little mitotic activity. Immunohistochemical stains confirmed the correct diagnosis and excluded other possibilities.
As far as we know, there is only one other reported case of myeloid metaplasia of the gall bladder.4 This occurred in a 71 year old woman with myelofibrosis for 14 weeks, who presented with clinical features of acute cholecystitis. Cholecystectomy was performed and two weeks later she developed acute leukaemia and a pleural effusion containing myeloid cells. She died six weeks after surgery. Unlike this case, "cholecystitis" followed the diagnosis of myelofibrosis, gallstones were not present and there was an acute presentation. In both cases symptomatic involvement of the gall bladder was quickly followed by leukaemic transformation, serous effusions and death. There were similar pathological changes in both gall bladders.
In summary, this is the first reported case of myelofibrosis presenting with features of chronic cholecystitis. 
